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A Meta-analysis of the diagnostic value of insulin receptor substrate 1 in Alzheimer’s disease”
YANG Xuegiang . LUO Wenjuan ZWANG Shunwei ,ZHENG Xuxiang ,
YU Yan ,HU Rong . XIANG Xiaojie ,NIE Bin®

Department of Clinical Laboratory .Yibin Second People’s Hospital ,Yibin s Sichuan 644000 ,China

Abstract: Objective  To systematically evaluate the diagnostic value of insulin receptor substrate 1
(IRS-1) in Alzheimer's disease (AD). Methods PubMed, MEDLINE, Embase, Web of Science, CNKI, Wan-
fang database, VIP network were searched to collect and collate clinical studies on the diagnosis of AD using
IRS-1. Relevant literatures were screened through inclusion and exclusion criteria,and the quality of the in-
cluded literatures was evaluated. Relevant data were extracted from the literatures and Meta-analysis was per-
formed using Statal4. 0 software. Results Finally,5 related literatures were included,including a total of 731
subjects,including 301 cases in the case group and 430 cases in the control group. The results of Meta-analysis
showed that the combined sensitivity of IRS-1 in the diagnosis of AD was 0. 85 (95%CI: 0. 80—0. 88), the
combined specificity was 0. 86 (95%CI: 0.83—0.89),the combined positive likelihood ratio was 6. 17 (95%
CI:4.85—7.86),the combined negative likelihood ratio was 0. 18 (95%CI: 0.14—0. 23) ,the combined diag-
nostic odds ratio was 34. 86 (95%CI; 22.97—52. 90). Summary receiver operating characteristic curve analy-
sis showed that the area under the curve of IRS-1 in the diagnosis of AD was 0. 92 (95%CI: 0.80—0. 94).
Conclusion 1RS-1 has high clinical diagnostic value for AD and can guide clinical diagnosis.
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